is rarely sought since these agents have not been isolated from the heart, and their causative relationship to human perimyocarditis is unproven. Nevertheless, many reports'-8 inferentially link pulmonary psittacosis or serological evidence of infection, or both, by a member of the Chlamydiaceae familyt to perimyocardial disease.
Adamy in 19301 first commented on the development of postinfectious myocardial degeneration associated with psittacosis. This and other reports prompted Lyon9 in 1956 to include psittacosis in his monograph dealing with infectious agents considered capable of affecting the cardiovascular system. SubsetThis family is referred to hereinafter as psittacosis.
Circulation, Volume XXXVI, December 1967 quently, psittacosis infection has been implicated in the production of perimyocardial disease in reports from Germany,10 the United States,"1-'3 Japan, 14 and Scotland.15 Grist and McLean'5 stated that "enlargement and failure of the heart is a recognized feature of psittacosis." Therefore, historical precedent combined with the chance detection of two 19 Two of these patients were men (one a physician), ages 33 and 45, and one was a woman, age 60 years. None had had antecedent cardiac or pulmonary disease (table  2) . Each presented with evidence of acute None of the remaining six patients fulfilled all of these criteria. Three of these patients were men and three women. Ages ranged from 32 to 50 years. Two had pneumonia, and one had parakeet exposure (tables 2 and 3). Five patients had perimyocarditis with fever, cardiomegaly, and electrocardiographic evidence of pericarditis. One patient had pericardial effusion. Atrial tachycardia or electrocardiographic changes of either atrial or ventricular hypertrophy, or both, or intraventricular conduction defects, were seen in five patients. Precordial pain, pericardial friction rub, ventricular, and atrial gallop sounds were each noted in two patients (table 4) . A fourfold or greater rise in CF antibody titer to psittacosis antigen was detected in all cases (table 5). In one case (case 8, table 5) sera crossreacted with psittacosis control antigen in titer of 1:2. Twelve sera from four patients (cases 4, 5, 7, and 8) were subjected to the radioisotope precipitation (RIP) test (table 6) . The results of this test are reported as a numerical "corrected P value" equaling the percentage of radioactivity of meningoencephalitis elementary bodies labeled with P32 precipitated by the test serum. Eleven sera displayed a corrected P value above 30 indicating a highly abnormal precipitation of tagged particles. In one serum from patient 5 with a CF titer of 1:16, the corrected P value was normal; in three other sera from this patient P values were greater than 60. 2. Since two of these patients had primary myocardial disease and alcoholism, the antibody titers to routine psittacosis antigen might be attributed to an altered immune mechanism associated with liver disease.39 However, no patient had clinical or laboratory evidence of hepatic involvement.
3. Demonstration of a serological response to psittacosis agents does not necessarily indicate this agent to be causal in perimyocarditis despite coincident appearance. The agent may be merely a passenger and some other agent or factor may have caused the cardiac involvement. Thus, our current failure to demonstrate the agent in secretions, blood, pericardial fluid, or myocardium detracts from our thesis that psittacosis agent caused the heart disease in subgroup B patients. Yet, the failure to isolate the agent from biopsied myocardium or pericardial fluid, attempted in two patients, may well have been due to delay in obtaining specimens, and use of HeLa cell culture media.
In spite of these limitations, we believe psittacosis agent is responsible for heart disease in the nine patients described. Increasing knowledge has modified the necessary criteria for diagnosis. Bird contact is not essential.
Kemmerer and associates'0 have commented on the difficulty in obtaining admission of bird contact; since patients may be afraid of losing pets. Furthermore, this agent can be transmitted from man to man, and from domestic animals to man.30' [40] [41] [42] Clinical manifestations are not always in the classic mold; psittacosis infection produces a spectrum of illness, subclinical to severe. Gerlach43 isolated the agent from five asymptomatic individuals and concluded that human psittacosis is not invariably accompanied by recognizable clinical signs and symptoms, that human beings are subject to subelinical latent psittacosis and are carriers, and that man-toman infections occur frequently. Ward and associates44 described several asymptomatic patients with high CF titers among families with other members who had respiratory illness and significant CF titers. Harding3l noted demonstrable antibody in 41% of 275 parakeet owners with no history of acute febrile respiratory illness. Fraser and co-workers45 detected serological evidence of infection in 11% of 2,175 naval recruits without bird contact; 41% of these recruits had no history of respiratory illness. Thus, attention must be given to the possibility of chronic psittacosis infection, and to the presumption that a titer of 1:32 or higher sustained for 2 or more months indicates recent and continued activity of the agent. Such titers are not found in normal persons; such titers are associated with typical clinical cases, and persistent high titers occur with recrudescent LGV or with chronic pulmonary psittacosis. 32 Thus, prior observations and our experience suggest that human infection by psittacosis agents is rather frequent and produces a spectrum of disease. Subgroup A patients had acute perimyocarditis and typical epidemiological, clinical, and serological evidence of psittacosis. This group of patients is manifest evidence of the existence of psittacosis heart disease in this geographic area. The subgroup B patients may have even greater significance. Studies of these patients suggest that psittacosis infection may be causal in some forms of myocardial disease previously designated idiopathic.
